The most common symptoms of optic neuritis are acute visual disturbances and ophthalmic pain. Examination with imaging and electrophysiological techniques like brain magnetic resonance image (MRI), visual-evoked potentials (VEP), and optical coherence tomography often reveals structural and functional alterations. 2 The inflammation of the optic nerve usually regresses with systematic steroids treatment.
There is limited information available on optic neuritis in the context of hepatitis A. The first case of bilateral optic neuritis in a patient with hepatitis A was reported in 1995, 3 followed by a few reports of optic neuritis cases associated with hepatitis vaccination or hepatitis C.
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Here we report the case of a patient with acute hepatitis A who developed unilateral optic neuritis during treatment.
Case Report
A 73-year-old man had been experiencing jaundice, lethargy, nausea, vomiting, and abdominal pain for three days be- On the eleventh day of hospitalization, the patient was completely blind in his left eye, but his ocular movement and alignment were normal, without uveitis nor optic disc swelling on ophthalmoscopic examination (Fig. 1A) .
On the eighth day of hospitalization, we performed brain MRI and VEP. T1-weighted post-contrast MRI showed an enhancement of the left optic nerve, but there was no white matter lesions in the parenchyma (Fig. 1B) . VEP signal was normal in the right eye, but absent in the left eye (Fig. 1C) . The automated perimetry (Humpery full field 120 point screening test) was normal for the right eye, but showed a defective visual field of the left eye (Fig. 1D) . The patient received 1 g intravenous methylprednisolone daily for five days, followed by a 14-day oral taper regimen. The day after the treatment started, the vision in the left eye began to improve, and on day three after treatment, the patient could distinguish the number of fingers showed to him and began recognizing the color red (Fig. 1E) . On the seventh day after treatment, the vision in the left eye had improved even further, although in the Ishihara color plate test the patient could read only red number. In a follow-up examination 3 weeks after onset of optic neuritis, the patient showed a marked improvement in his left eye vision, but he still could not recognize any other color.
Discussion
Optic neuritis is characterized by inflammation of the optic nerve. It usually manifests itself with ocular pain, which often precedes vision loss, and is typically associated with dyschromatopsia. Color vision is affected differently at various disease stages, and these differences appear to correlate with the number and distribution of cone cells affected. The blue cone cells are few and located in the peripheral areas of the retina, which are damaged in the early stages of optic neuritis, whereas the red and green cone cells are more abundant and located in the central retina, which is compromised at later disease stages.
These patterns explain why the red color vision recover first after treatment.
The etiology of optic neuritis in our patient could not be Our patient responded well to steroid therapy and showed significant improvement of vision within three weeks. However, his color vision was not completely restored. Thus, systemic steroid therapy was helpful to achieve prompt recovery of vision but not to recover color perception completely. A case of optic neuritis after hepatitis A with good recovery of vision has been reported previously, 3 but our case demonstrated that the degree of color vision recovery may differ in retrobulbar optic neuritis.
